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Epizootiology

LDV has been isolated from wild mice in Australia (Pope, 1961), Europe
(Rowson, 1963, Georgn and Kirschenhofer, 1965; Field and Adams, 1968),
and the United States (Pope and Rowe, 1964). Wild mice presumably serve
as reservoir hosts

LDV infection is not likely to be seen in breeding colonies of laboratory
mice, but is very likely to occur in mice used in certain types of experiments
if appropriate preventive measures are not followed. Transmission occurs
most readily dunng experimental procedures such as mouse-to-mouse passage
of contaminated tumors, cells, or serum, or use of the same needle to inoculate
multiple mice Experimentally, any parenteral route is effective (Notkins,
1965).

Although mice infected with LDV shed the virus in feces, urine, saliva,
and milk, the virus titer in these excretions declines sufficiently after the
first week of infection that the risk of transmission to other mice is subse-
quently relatively low. A similar pattern also holds for transplacental trans-
mission. Dams infected during gestation can have a high percentage of
infected progeny, but dams infected one week before mating or a few days
after parturition have relatively few infected progeny Fighting (bite wounds)
increases transmission between cage mates (Notkins and Scheele, 1963;
Plagemann et al , 1963, Cnspens, 1964; Notkins, 1965)

Clinical

LDV infection results in lifelong viremia m which the virus is complexed
to antiviral antibody, but clinical signs do not occur (Rowson and Mahy,
1985) The exception to this general rule is the flaccid paralysis seen in
C58 (strain designation incompletely given) and AKR strain mice with age-
dependent polioencephalomyehtis caused by LDV at 5 months of age or
older (see below).

Pathology

After infection the LDV liter in the mouse's serum reaches 1010-10U
median infectious doses (ID50) 12-14 hours after infection, drops to 107
ID50/ml by 72-96 hours, and drops further to 105 ID50/ml by about 2 weeks,
when the titer stabilizes for life The virus replicates in macrophages so that
virus tilers in spleen, lymph nodes, liver, and thymus are similar to those in
serum (Notkins, 1965).

The aclivily of plasma LDH begins lo rise aboul 24 hours after infection,
peaks at an 8- to 11-fold increase above normal at 72-96 hours after infection,